GBX2, as a tumor promoter in lung adenocarcinoma, enhances cells viability, invasion and migration by regulating the AKT/ERK signaling pathway.
Increasing evidence shows that GBX2 is involved in multiple cancers. However, whether GBX2 has an effect on the lung adenocarcinoma remains unclear. Here, we tried to investigate the functions of GBX2 on lung adenocarcinoma and explore the underlying mechanism. Public data were obtained from TCGA and Oncomine databases. GBX2 expression and its prognostic value were analyzed by bioinformatics methods. Relative mRNA and protein expression levels of GBX2 in lung adenocarcinoma cell lines were evaluated via qRT-PCR and western blot. Lung adenocarcinoma cell lines LTEP-a-2 and A549 were respectively selected for gain and loss function of GBX2 assays. Cell viability was detected by CCK8 and clone formation experiments. Cell invasion and migration were assessed by Transwell tests. The effect of GBX2 on AKT/ERK pathway was tested by western blot. Compared to adjacent tissues, GBX2 expression was upregulated in lung adenocarcinoma tissues. High expression of GBX2 led to a poor survival and could be seen as an independent predictor for lung adenocarcinoma patients. Besides, downregulation of GBX2 notably restrained the viability, invasion and migration abilities of A549 cells, while upregulation of GBX2 in LTEP-a-2 cells presented the opposite outcomes. Furthermore, western blot indicated that downregulation of GBX2 decreases the protein levels of phosphorylated (p)-AKT and p-ERK in A549 cells, while upregulation of GBX2 shows the opposite effects in LTEP-a-2 cells. Results of present study indicate that GBX2 acts a cancer-promoting role to accelerate cell proliferation, invasion and migration partly by modulation of the AKT/ERK pathway in lung adenocarcinoma.